SUMMARY A family is described in which four generations were affected by benign familial joint hyperlaxity and, in the two generations for which obstetric data were available, pregnancies were complicated by unexplained mid-trimester vaginal bleeding. This prompted a study to determine whether unexplained antepartum haemorrhage (APH) and premature rupture of the membranes (PROM) both of which might reflect the structure of fetal collagen, were associated with joint hyperlaxity in offspring. The joint hyperlaxity of children born from such pregnancies was slightly greater than that found in age matched children born from uncomplicated pregnancies.
vessels composed of fetal connective tissue and also contains maternal blood in the intervillous spaces. The possibility that APH may be associated with joint hyperlaxity in the offspring was suggested to us by the following case history which prompted a more comprehensive study of the association between APH and PROM and familial joint hyperlaxity.
Patients and methods

INDEX CASE HISTORY
The index case, a 30 year old woman, presented in her sixth pregnancy with recurrent painless vaginal bleeding at 10, 19 , and 21 weeks necessitating prolonged hospital admission. The placenta was situated in the upper uterine segment and there was no local cervical lesion. Her second pregnancy had ended in spontaneous abortion at eight weeks and her other four pregnancies had all been complicated by mid-trimester bleeding as shown in Fig. 1 1 A control group approximately matched for age was recruited from local schools. These individuals were assessed for peripheral joint laxity by the same method, it being assumed that these subjects were born from uncomplicated pregnancies. This assumption was felt to be justified as the accepted prevalence in a normal population varies from 1 in 100 to 1 in 500 for unexplained APH and 1 in 50 to 1 in 300 for PROM before the onset of premature labour.
Results
As a result of our survey 14 children were identified who had been born from complicated pregnancies, were still living in the Yorkshire area, and whose mothers were agreeable to their attending clinic. Table 1 shows the joint laxity scores for the nine children resulting from pregnancies complicated by PROM and Table 2 the joint laxity scores for the five children resulting from pregnancies complicated by APH. The Carter Wilkinson score was 4/9 or more for 3/9 children resulting from pregnancies complicated by PROM and for 2/5 children resulting from pregnancies complicated by APH. Table 3 compares the distribution of joint laxity in these two populations with approximate age matched control groups of similar sex distribution. For both PROM and APH there is a tendency for the resulting children to have a more pronounced degree of joint laxity than the age matched control subjects. None of the case or control children had any other stigmata of connective tissue disease.
Discussion
The family history shows a previously undescribed association between benign familial hyperlaxity and recurrent unexplained mid-trimester bleeding in pregnancy. Because of the pronounced hyperlaxity throughout the family it is not clear whether the mid-trimester bleeding reflects the maternal hyperlaxity or the fetal hyperlaxity. The format in which obstetric records are kept in Yorkshire does not easily allow the tracing of children resulting from other pregnancies that have been complicated by mid-trimester bleeding. Our more systematic survey concentrated on other possible complications of pregnancy that may reflect abnormal collagen structure. A major difficulty was the relatively small number of children we were able to trace resulting from pregnancies complicated by PROM and unexplained APH. This reflects the relative rarity of these two conditions. Nevertheless, this rarity allows us to have a considerable degree of confidence that subjects selected for the control group (for whom it was impossible to trace the obstetric records) were not born from pregnancies associated with these complications. The assessment of joint hyperlaxity in children is not easy, and it is possible that if the children had been examined at a greater age, their laxity would have been even more pronounced than that of the normal population. Nevertheless, the Against this background, a study on the relatively small number of subjects available to us is unlikely to be conclusive, though we feel our results provide some support for an association between familial benign joint hyperlaxity in the child and PROM and APH. They also suggest that the association between hyperlaxity and mid-trimester bleeding would be worthy of further study. 
